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embolism and pysernia. We have seen many cases of this nature with
multiple secondary abscesses in the brain. Again, the abundant
putrid secretion from the bronchi may lead to infection of the nasal
sinuses and complications may thus result.
CAUSATION. In the production of bronchiectasis three main factors
are concerned: (a) loss of aerated lung substance so that the force
of the inspired air is exerted on the bronchial walls alone, (6) weakening
of the supporting tissue of the bronchial wall caused by inflammatory
changes, and (c) contraction of fibrous bands connecting the bronchial
walls with the fibrosed and adherent pleura. In long-established cases
these factors are variously combined and usually all three are present,
but it is important to ascertain which is of primary importance in
the pathogenesis of the condition.
It is now generally recognised that bronchiectasis is usually a
sequel to capillary bronchitis and broncho-pneumonia in childhood
with partial collapse and imperfect resolution; it may also follow
congenital atelectasis of a portion of the lung. The broncho -pneumonia
may be primary or it may complicate whooping cough or measles;
in adults, influenza may have similar effects. There has been much
uncertainty about the relative parts played by infection with con-
sequent weakening of the bronchial walls and by collapse with con-
sequent fibrosis. Modern radiological investigations clearly indicate
that any major degree of collapse with negative intrapleural pressure
is almost at onpe followed by dilatation of the bronchi supplying the
collapsed zone ; this dilatation may subsequently disappear when the
lung becomes re-expanded. Permanent collapse is, however, followed
by fibrosis and the bronchi remain dilated. The evidence of X-ray
examinations indicates that this state is commoner than has been
supposed and that rUmay exist for long periods without the clinical
symptomatology associated with bronchiectasis. The dilated bronchi
are relatively dry, and if lobectomy is performed at this stage remark-
ably little structural change in the bronchial wall may be seen.
Infection with destruction of the specialised elements and consequent
weakening of the wall cannot therefore be the primary change in these
cases, and it is probable that pulmonary collapse is the all-important
initial causal lesion. No doubt bronchial dilatation is hastened by
the forced inspiration which follows the act of coughing, and the
cough, being ineffective from the lack of air in the lung beyond the
affected bronchi, tends to be repeated constantly. A vicious circle
is thus set up, the effects of which become more severe when the
accumulation of infected secretions has produced inflammatory damage-
to the bronchial walls with the loss of the cartilage, muscle and elastic
tissue. In other cases collapse is by no means complete and per-
sistent infection of the bronchial walls with damage to the deeper
structures plays the more important part. Ogilvie, in a detailed study
of 35 lobectomy specimens, found extensive collapse in 21 and only
scanty collapse in 10, all of which showed well-marked damage to